Objective: To construct CHO cell line stably expressing rabies virus matrix protein.
There exists an epitope between the M protein genes in 1-72 amino acid residues, associated with Immune response with RV. M protein plays an important role in maintaining the bullets morphology of rabies virus [1] , and plays an important role in viral assembly and budding [2] . In * Corresponding author, PhD., Major in Immunology E-mail: lijiarv@gmail.com addition, regulate the transcription and replication of the virus [3] , And is associated with the induction of early apoptosis [4] .
In order to study the function of rabies 
Construction of recombinant plasmid pCDNA5.0FRT-M:
The recombinant plasmid pcDNA5.0
FRT-M was constructed and cloned into the pcDNA5.0FRT vector to construct the recombinant plasmid pcDNA5.0FRT-M.
Plasmid extraction, digestion, fragment recovery, connection transformation reference [3] .The recombinant plasmids were identified by restriction endonuclease, The recombinant plasmids were identified by restriction 
hygromycin B lethal dose selection
The CHO-FRT cell line (10% fetal bovine serum IDEM) was subcultured and passaged to 24-well plate. Hygromycin B (final concentration of 0-1000 μ g / ml) was added to passaged at 37 ℃, 5% CO2. The cell growth status was recorded every day. The rabies virus genome is a single-stranded negative-strand RNA of about 12 kb in size.
Matrix protein is located in the inside of the capsule membrane of a connexin, connecting capsule and nucleocapsid, can directly affect the glycoprotein in the virus envelope surface, plays an important role in the formation of virus morphology [5] , and has an immunological response associated with RV antigenic determinant [6] .
With the development of biological experimental techniques, the research on rabies virus is becoming more and more clear. However, the structural proteins of rabies virus and its pathogenicity are relatively vague. More research is the relationship between G protein and RV pathogenicity. Many studies have shown that G protein is the key to determine the pathogenesis of RV protein [7] [8] . G protein mutation of certain amino acid sites will change the pathogenicity of RV and some of the biological properties of the virus (such as intercellular diffusion, membrane Fusion, induction of apoptosis, etc.) [9] .However, the effect of M protein on the pathogenicity of RV is poorly understood. In 2006, Shimizuk et al. [10] used reverse genetics to obtain Ni-CE (derived from a fixed strain of 
